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Table S1. Sequences of the primer used for analysis of mMRNA expression.

Target Forward primer Amplicon Annealing
Reverse primer length temperature

Actb (fw) TATTGGCAACGAGCGGTTCC 180 bp 60°C
(rv) GGCATAGAGGTCTTTACGGATGTC

Mrcl (fw) GGAGGCTGATTACGAGCAGT 87 bp 60°C
(rv) TCCAGGTGAACCCCTCTGAA

Sec6lal | (fw) TTCTGTGTCATCTTGCCGGA 124 bp 60°C
(rv) TGCCAAACAGGGGGATCTGA

Sec61b (fw) TGAGTGCTCGGCAACTTCAC 282 bp 60°C
(rv) GGGACAGGGCCCACTTTGA

Secblg (fw) GCTCTCAATCCGCCATCCAA 237 bp 60°C
(rv) AGGACTCAGCCACCCACAAT

Vep (fw) TGACCCTCATGGATGGCCTA 108 bp 60°C
(rv) TGTCAAAGCGACCAAATCGC

Tap1l (fw) GGCTTACGTGGCTGAAGTCT 123 bp 60°C
(rv) AATGAGACAAGGTTGCCGCT

Tap2 (fw) TGTGCAGACGACTTCATAGGG 199 bp 60°C
(rv) ATCTCCAGTTCTGTAGGGCCTG

Lnpep (fw) TTCGGCATGCTGTCATTCTT 99 bp 60°C
(rv) GAGTTTTGTCTGTGACCTC ATTG

Cybb (fw) GCCAGTGTGTCGAAATCTG 145 bp 60°C
(rv) AATTGTGTGGATGGCGGTGT

Psmb8 (fw) GCCAAGGAGTGCAGGTTGTAT 184 bp 60°C
(rv) GCCGAGTCCCATTGTCATCT
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Supplemental Figure S1. Quantitative WB analysis. A densitometric analysis was
done to otain realtive quantification of the analyzed proteins. Normalization was

done in relation to the reference protein GAPDH. Medians show two experiments.
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Supplemental Figure S2. Purity of isolated CD8* T cells. CD8* CD25 T
cells from spleen and lymph nodes of OT-I mice were enriched by MACS and
purely isolated by FACS. Dot plots show representative data from at least 6

experiments.
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Supplemental Figure S3. Antigen-dependent activation of CD8* T cells by PTECs after 5 days of
co-culture. OVA-specific CD8* CD25 T cells were cultured with PTECs or alone in presence or
absence of OVA protein for 5 days. (A) CD8* TCRB* T cells were stained for CD25, CD44, PD-1, Ki-

67, CD107a and GzmB, and analyzed by flow cytometry. (B) Cytokine levels were determined in

culture supernatants. Medians are shown from two experiments. *p< 0.05; ***p< 0.001; ****p< 0.0001;

ns: not significant; nd: not detectable; w/o: without OVA.
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Supplemental Figure S4. Phenotype analysis of CD8* T cells activated by PTECs or DCs
after 5 days of co-culture. OVA-specific CD8+* CD25- T cells were co-cultured with PTECs or
DCs in presence or absence of OVA protein for 5 days. (A) CD8* T cells were stained for CD25,
CD44, PD-1, Ki-67, CD107a and GzmB, and analyzed by flow cytometry. (B) Cytokine
levels were determined in co-culture supernatants. Means are shown from 1-2

experiments. *p< 0.05; **p< 0.01; ****p< 0.0001; ns: not significant; w/o: without OVA.
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Supplemental Figure S5. Phenotype analysis of CD8* T cells activated by PTECs or
LSECs after 2.5 days of co-culture. OVA-specific CD8+ CD25 T cells were co-cultured with
PTECs or LSECs in presence or absence of OVA protein for 2.5 days. (A) CD8* T cells were
stained for CD25, CD44, PD-1, Ki-67, CD107a and GzmB, and analyzed by flow cytometry. (B)

Cytokine levels were determined in co-culture supernatants. Means are shown from 1-2
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experiments. **p< 0.01; ***p< 0.001; ****p< 0.0001; ns: not significant; w/o: without OVA.
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Supplemental Figure S6. Protein expression and catalytic activities of proteasome
subunits. PTECs were treated with ONX 0914. (A) Protein expression of $5i, f5¢ and

B1c was determined by WB analysis and depicted in relation to $-actin. (B) Activities

of the different catalytic subunits were assessed by using ABPs. Medians of two

experiments are shown. ns: not significant; w/o: without.
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Supplemental Figure S7. Renal pathology in murine lupus nephritis models. (A) Lupus-prone MRL-/pr and MRL

control mice were analyzed at an age of 15 weeks. Plasma autoantibody levels were determined by ELISA. PAS

staining was performed in kidney sections. The activity score was assessed by a renal pathologist in a blinded

manner. Albumin and creatinine levels were determined in urine. (B) WT mice were treated with pristane and

analyzed 9 months later. Autoantibody levels were determined in plasma. PAS staining was performed in kidney

sections. Frequencies of abnormal and severely abnormal glomeruli were assessed in a blinded manner. (C)

Apoptotic cells were determined by TUNEL assay in kidney sections. (D) Numbers of cleaved caspase-3+ cells

were assessed in kidney sections. Medians of 6-7 mice are shown. *p< 0.05; ***p< 0.001; adsDNA: anti-double-
stranded DNA; aU1-RNP: anti-U1-ribonucleoprotein.





